The medical world, of recent years, has shown an increasing interest in the hereditary metabolic disorders and considerable research has been undertaken in an endeavour to follow the physical and biochemical problems involved. It is generally accepted that both the presence and absence of enzymes or enzyme functions are determined genetically, but it is not yet known whether a single gene, the specific unit of heredity, is responsible for a single or for several enzymes. It is most probable that the capacity for a definite enzyme reaction is inherited as a dominant characteristic, whereas its absence is likely to be of a recessive nature. Harris (1953) , in his Introduction to Human Biochemical Genetics, pointed out that in 1923 Garrod had put forward the hypothesis of congenital absence of a certain enzyme (or enzymes) leading to a block in the chain of metabolic reactions and that by careful examination of the individual stages it should be possible to trace the faulty link. This conception of metabolic blocks has therefore opened up a new and promising line of research into both genetics and biochemistry.
Galactosaemia, a disease which recently has attracted a great deal of attention, has been known to occur in more than one sibling of a family, but its mode of inheritance has been a matter of speculation. Up to the present no special techniques have been consistently employed by which one could recognize the specific trait, if present, in clinically unaffected members of the families in which cases of the disease have been found. Goppert (1917) was the first to note the familial incidence of galactosaemia, though he established the diagnosis beyond doubt in only one case. The medical history of the three other siblings made it more than likely that they also suffered from the same inborn error of metabolism. Bell, Blair, Lindsay and Watson (1950) mention its occurrence in two siblings. Donnell and Lann (1951) report the disease in three siblings; after having recognized it in the youngest they diagnosed it retrospectively in the two others. Townsend, Mason and Strong (1951) described among their six cases two siblings with galactosaemia, while the third child of the same parents seemed entirely normal though she gaied weight slowly. The authors point out that theirs is the first record of a family where the disorder existed in two siblings but not in the third. They had not, however, examined the third child's response to a galactose tokrance test. Gorter (1951) gave a short account of familial galactosaemia, but the available data were incomplete. Hudson, Ireland, Ockenden and White-Jones (1954) , reporting four cases, found the disturbance in two siblings, but in one it was assumed on retrospective evaluation of the case history; the mother of these children later gave birth to binovular twin boys who have remained healthy. Cox and Pugh (1954) (Fig. 4) The father of the patient produced an only slightly abnormal response to the tolerance test, but on adding 30 g. of galactose daily to his normal diet, he developed nausea and vomiting within three days, as weil as an irritating scaly rash of the face which subsided a fortnight after he ceased to take the additional galactose. (Harris, 1953) .
The first of these postulates seems to be fulfilled in the reports published on the familial occurrence of galactosaemia. Consanguinity of the parents has, however, not been noticed previously and this single observation is inadequate to offer any foundation for a firm conclusion on the second point. 
